Neuroscientific investigation of maladaptive learning in affective disorders has highlighted aberrant functioning of corticolimbic survival circuits. In particular, altered functioning of amygdala-prefrontal cortex circuitry has been demonstrated during acquisition and extinction of maladaptive conditional fears. Studies of psychological and pharmacological treatments for affective disorders demonstrate altered activation within overlapping circuitries but suggest that the mechanisms of different treatments target different 'access points' within these circuits. Moving beyond the traditional boundaries of fear conditioning research, recent work has begun to investigate how positive valence systems (i.e., reward circuitry) contribute to maladaptive learning processes, and how effects vary across individuals with different diagnoses and subclinical presentations. Advances in this domain will be important for the development of future neuroscientificallyinformed evidence-based treatments for affective disorders. 
Affective disorders
Affective disorders encompass anxiety disorders (including post-traumatic stress disorder (PTSD)) and depressive disorders. Anxiety disorders are characterized by persistent, excessive fear, anxiety or avoidance of perceived threats, with different diagnoses associated with different threats (e.g. social situations in social anxiety disorder) [1] . PTSD is associated with heightened fear and avoidance based on traumatic events (PTSD was categorized as an anxiety disorder in DSM-IV, but is now separate in DSM-5; [2]). Depression is characterized by lowered mood and symptoms of anhedonia, the loss of interest, pleasure or motivation in previously rewarding activities. While these disorders are separated in clinical diagnostic manuals, comorbidity is estimated to be as high as 53% between anxiety and depression [3] , 60% between PTSD and depression, and 85% between PTSD and anxiety [4] . Understanding how these disorders manifest and how they are maintained is a critical goal for the continued development of efficacious treatments.
Despite high rates of comorbidity, these disorders are typically studied in isolation, through different theoretical frameworks. However, investigation at the neurobiological level has revealed altered functioning in overlapping neural regions within 'survival circuitries'. These regions include the amygdala, anterior cingulate cortex, ventral and dorsal prefrontal cortex, anterior insula and hippocampus and are implicated in anticipation, reactivity, regulation and learning of affective cues. The current review highlights recent studies examining commonalities and distinctions in disruptions to survival circuit functioning in affective disorders and how different treatment approaches impact functioning of these systems.
Neurobiology of anxiety disorders and PTSD
The prevailing model of anxiety disorders focuses on maladaptive learning processes in relation to threat, a key construct within the Research Domain Criterias (RDoC) 'negative valence system ' [5] . Translational research has demonstrated disruptions in the acquisition, extinction and recall of cue-threat associations in anxiety disorders and PTSD using fear conditioning paradigms. These laboratory paradigms pair previously innocuous stimuli, such as different colored lights, with aversive 'unconditional stimuli' (US), such as an electric shock, generating 'conditional stimuli' (CS). This allows investigation of associative learning between neutral cues never paired with the US (CSÀ) and threatening cues paired with the US (CS+; fear acquisition), updating or 'extinction' of these associations when 'threat' cues no longer predict aversive outcomes (CS + E; fear extinction) and memory for these associations (extinction recall).
Disruptions to these learning processes in individuals with anxiety disorders impact functioning of survivalrelevant behavior across various domains, including orienting to threat, assessment of threat and prediction strategies [6] . Relative to healthy adults, individuals with anxiety disorders/PTSD demonstrate increased fear responses to CS+, greater generalization of fear to stimuli that resemble the CS+, and increased fear responses to conditional safety cues (CSÀ) during fear acquisition [7] [8] [9] . During extinction, when CS+ is no longer paired with aversive US, individuals with anxiety disorders show stronger fear responses to CS+ than healthy individuals, 
